A patient with long-standing seropositive erosive rheumatoid arthritis developed a pericardial effusion with chronic cardiac tamponade. He had evidence of conducting system disease and developed heart block. He was successfully treated by pericardiectomy and implantation of a demand pacemaker.
Pericardial effusion is a well-recognised but clinically unusual complication of rheumatoid arthritis and there have been several descriptions of both acute and chronic cardiac tamponade (Granirer, 1946; Bevans et al., 1954; Stern and Sobel, 1961; Szatkowski and Inoue, 1963; Kennedy, Partridge, and Matthews, 1966; Latham, 1966; Sutton, 1967; Romanoff, Rozin, and Zlotnick, 1970; Franco, Levine, and Hall, 1972; Thadani, Iveson, and Wright, 1975) . Constrictive pericarditis has also been described as a complication of rheumatoid arthritis (Tubbs, Slade, and TurnerWarwick, 1964; Harrold, 1968; Pitt et al., 1969) .
Heart block with rheumatoid arthritis has also been previously described (Handforth and Woodbury, 1959; Gowans, 1960; Hoffman and Leight, 1965; Cathcart and Spodick, 1962; Lebowitz, 1963) . However, we have been able to find only two previous case reports of effusion with tamponade complicated by heart block (Handforth and Woodbury, 1959; Metzger, 1970) During 1973 his rheumatoid arthritis remained reasonably quiescent but he continued to be moderately short of breath on exertion. His jugular venous pressure was at the upper limit of normal, with a slight inspiratory rise. There was no significant pulsus paradoxus. A pericardial rub was still present. His electrocardiogram (Fig. 1) showed sinus rhythm with first degree heart block (PR interval 0x24 s). The QRS complexes had left bundle-branch block, with left axis deviation (mean frontal QRS axis 450).
Throughout 1974 he became increasingly breathless and his jugular venous pressure was 5 cm above the sternal angle with a more pronounced inspiratory rise. He had bilateral basal crepitations. His blood pressure was 140/90 mmHg (18-6/12-0 kPa). His electrocardiogram now showed 2:1 AV block with a ventricular rate of 38/min (Fig. 2) . The conducted beats had right bundle-branch block, with persisting left axis deviation at -45°. The PR interval was longer (0-38 s).
By January 1975 he was severely restricted by breathlessness and his jugular venous pressure was raised to the ear lobes. There was a 15mmHg (2.0 kPa) degree of pulsus paradoxus with persisting basal crepitations. His chest x-ray film showed a A clinical study showed a probable incidence based largely on chest x-ray evidence of 6 out of 100 cases (Kirk and Cosh, 1969) . A recent echocardiographic study suggested a possible incidence of 50 per cent (Bacon and Gibson, 1972) . In most cases the effusion is transient, disappearing either spontaneously or with corticosteroid treatment (Bevans et al., 1954; Stern and Sobel, 1961; Latham, 1966) . Once cardiac tamponade develops pericardiectomy becomes necessary (Kennedy et al., 1966; Thadani et al., 1975) .
Heart block is much less common than effusion, and in cases coming to necropsy the cause has been rheumatoid involvement of the conducting system (Handforth and Woodbury, 1959; Gowans, 1960; Hoffnan and Leight, 1965) . However, one necropsy study (Lebowitz, 1963) of two patients with rheumatoid arthritis who had developed complete heart block showed evidence of healed arteritis and fibrosis of the conducting system, with no mention of granulomata.
Our patient had sero-positive erosive nodular rheumatoid arthritis which had been mild and limited for three years. He developed symptoms and signs of pericarditis at the time that his rheumatoid disease became floridly active. He appeared similar in these respects to previously described patients with rheumatoid pericardial effusion. Rheumatoid effusion has a male predominance. Heart block has been described too infrequently to make any broad generalisations, though cases have been confined to patients with generalised erosive nodular sero-positive rheumatoid arthritis. 
